Escherichia coli STb toxin and prostaglandin i production
Enterotoxigenic Escherichia coli cause diar-f rhoeal disease in humans and animals by f elaboration of exotoxins which are divided i into two groups based on thermal stability. f The heat-labile (LT) and the heat-stable STa f enterotoxins have been investigated in detail and much is known about their mechanisms of action and cellular targets. On the other hand, studies to determine the mechanism of i action of E. coli STb (heat-stable) f From another point of view, being aware Later, Fujii et af. (1) established that che f that PGE, has a direct effect on smooth quantity of PGE, produced by intestinal cells f muscle cells, its production in response to was directly related to the quantity of toxin i STb could be responsible for the spontaneous administered to the mouse. Furthermore, the t motility observed in the mouse ileum. As quantity of PGE, also correlated with the i expected from this implication, papaverine, volume of fluid released into the intestinal i which is known to cause relaxation of smooth lumen. Since then, two other groups have also f muscle, had an inhibitory effect on STb (4).
reported that PGE, and 5-hydroxytryptamine i In conclusion, although some secretion (serotonin), are released into the luminal fluid i mediators have been clearly shown to be as a result of STb action (3, 7). Peterson & f produced in response to STb toxin, the Whipp (7), when comparing the secretory f intricacy of their role in the production of effects of cholera toxin (CT), STa Microbiology 145, July 1999
